Correspondence

and speculative discussion which tends to surround
the “beta blockade withdrawal syndrome”’,
confining our conclusions to the specific agent and
clinical setting tested. If it can ever be considered
reasonable to withdraw a beta blocker then based on
our data in patients with severe stable angina it
should surely not be considered a “dangerous” prac-
tice to stop treatment with atenolol in patients who
have mild or no symptoms?
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Effect of timolol on changes in serum potassium
concentration during acute myocardial infarction

Sir,

Nordrehaug ez al (1985; 53: 388-93) showed that the
administration of timolol after myocardial infarction
reduces the frequency of hypokalaemia during the
first 24 hours after the infarct. For greater accuracy
they should have used plasma rather than serum
because there is erratic leakage from erythrocytes
during coagulation.

Using insulin-induced hypoglycaemia (in healthy
volunteers) as another model for acute stress, we
have also observed that prior non-specific beta
blockade with nadolol or propranolol prevents
hypokalaemia.! 2 Since these effects of stress are
mediated through a pronounced increase in plasma
catecholamine concentrations it is pertinent to
mention that adrenaline-induced influx of potassium
into leucocytes in vitro is inhibited by the non-
selective beta blocker, timolol and that these cells are
probably a model for body cells as a whole.? In addi-
tion, beta blockade in the hypoglycaemia model®
reduces the magnitude of (a) increase in serum free
fatty acid concentrations by inhibiting lipolysis; (b)
the increase in various haemostatic variables like
factor VIII related antigen; (c) platelet aggregation.
These effects are related to the pathogenesis of myo-
cardial infarction since they are all arrhythmogenic
or prothrombotic.* ¢ It is also important to deter-
mine whether selective blockade of beta, receptors
produces similar results since some of the above
effects of catecholamines are thought to be mainly
mediated by beta, receptors.

D P Mikhailidis,

P Dandona,

D N Baron,

Department of Chemical Pathology and Human
Metabolism,

Royal Free Hospital and School of Medicine,
London NW3 2QG.

References

1 Mikhailidis DP, Barradas MA, Hutton RA, Jeremy JY,
Sabur M, Dandona P. The effect of non-specific
B-blockade on metabolic and haemostatic variables
during hypoglycaemia. Diabetes Research 1985; 2:
127-34.

2 Mikhailidis DP, Dandona P. Adrenaline and potas-
sium. Lancet 1984; iz 170.

3 Baron DN, Green RJ, Khan FA. Adrenaline and ion
flux in isolated human leucocytes. Clin Sci 1985; 68:
517-21.

4 Tansey MJB, Opie LH. Relation between plasma free
fatty acids and arrhythmias within the first twelve hours
of acute myocardial infarction. Lancetr 1983; ii: 419-22.

5 Jeremy JY, Mikhailidis DP, Dandona P. Simulating
the diabetic environment modifies in vitro prostacyclin
synthesis. Diabetes 1983; 32: 217-21.

6 Mikhailidis DP, Mikhailidis AM, Barradas MA, Dan-
dona P. Effect of non-esterified fatty acids on the sta-
bility of prostacyclin activity. Metabolism 1983; 32:
717-21.



